All unconscious patients should have neurological examinations to help determine the site and nature of the lesion, to monitor progress, and to determine prognosis. The examination consists of observing the patient and eliciting reflexes. We have provided a scheme for the bedside neurological examination of the unconscious patient that can be easily and quickly executed and is easy to interpret. We have not tried to provide a comprehensive pathophysiology of coma; for a more detailed discussion see Plum and Posnert.
The Glasgow coma scale should be completed (Table 1) and a coma chart initiated to monitor pupillary reactions, pulse, temperature and blood pressure. Neurological examination is most useful in the well-oxygenated, normotensive, normoglycaemic patient with no sedation, since hypoxia, hypotension, hypoglycaemia and sedating drugs profoundly affect the signs elicited.
GENERAL EXAMINATION

Temperature
Pyrexia can be indicative of either infection or medullary lesions. Hypothermia is a cause of coma.
Neck movements
Neck stiffness is a manifestation of meningeal irritation due to meningitis or subarachnoid blood, or may occur with raised intracranial pressure and coning. However, in the elderly it may only signify degenerative arthritis.
CRANIAL NERVES
Fundi
Papilloedema is a sign of raised intracranial pressure, but is not always present, especially in the acute situation.
Subhyaloid haemorrhages are typically seen in association with subarachnoid haemorrhage. The light reaction depends on an intact pathway from retina via optic nerve to the midbrain then the EdingerWestphal nucleus, the oculomotor nerve to the ciliary ganglion and finally the pupillary sphincter muscle. A loss of reaction can be due to a lesion anywhere along this pathway, and on its own is poorly localizing but clearly lateralizing.
EYE POSITION/MOVEMENTS
These are dependent upon the oculomotor (III), trochlear (IV) and abducens (VI) nerves.
In the primary positions, lesions involving individual nerves can result in a squint (dysconjugate gaze). Seizure activity can result in symmetrical intermittent conjugate gaze in a direction contralateral to the lesion, whilst destructive frontal lobe lesions can result in conjugate gaze to the side of the lesion. Nystagmus is rarely seen, but nystagmus-like movements can occur in status epilepticus. Roving eye movements are usually an indication of light coma and are a poor localizing sign.
To assess doll's head eye movements the head is turned from side to side and up and down. The oculocephalic and vestibulocephalic reflexes normally maintain the eye position despite movement of the head, so that the eyes move in the opposite direction to the head movement. Once the movement of the head is complete, the eyes move back to the primary position. The caloric test is more rigorous, but is rarely needed except as part of the assessment of brainstem death.
Abnormal The posture, and posturing to noxious stimuli, should be noted. The noxious stimulus should be applied in a cranial nerve territory, usually either a painful trigeminal stimulus or stimulation of vagal territory during endotracheal suctioning. Decorticate posture is the equivalent to a bilateral hemiplegic posture with flexion of the arms and hands and adduction of the shoulder. The legs are extended and the feet are inverted and plantarflexed. This can be caused by lesions affecting the pyramidal tracts from the cortex to the internal capsule. Decerebrate posture is extension of the arms with internal rotation at the shoulder. The position of the legs is Table 2 )2. It is, however, not only the signs at a single point in time that are of importance, but also how they change in time. Along with the coma chart and Glasgow coma scale, sequential neurological examination of the unconscious patient is essential for monitoring progress and should be documented in systematic fashion (Box 1).
